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Role and research progress of SIRT family in pancreatic cancer
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Abstract: Pancreatic cancer is one of the common malignant tumors of digestive system. Due to its high
degree of malignancy, invasion and metastasis, the overall survival rate of pancreatic cancer patients is low at
present. Sirtuins family (SIRTs) is a group of highly conserved nicotinamide adenine dinucleotide dependent
class III histone deacetylases, which have deacetylase activity and participate in a variety of physiological and
pathological processes. In recent years, it has been found that SIRTs play an important role in the occurrence
and development of pancreatic cancer. In this paper, the role and research status of SIRTs in the pathogenesis

and development of pancreatic cancer are systematically reviewed, providing new reference for the
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pathogenesis of pancreatic cancer.
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